the non-MI aged 35-39 group as the referent. The NNS to prevent one perinatal death was 4,060 and 11,774 for the MI and non-MI groups respectively. CONCLUSION: In AMA women without major medical comorbidities, the rate of FGR is low and a substantial number of women need to be screened with a third trimester ultrasound to prevent one perinatal death.
OBJECTIVE: Prior work from our group and others demonstrates that the host diet is one of the strongest determinants of the microbiome, with exposure to a maternal high fat diet having a persistent impact on the offspring microbiome. However, the role of host factors in modulating these persistent alterations is unclear. To discern the underlying host-microbiome interactions with exposure to maternal HFD, we aimed to examine alterations in inflammatory cytokines and to generate an in vitro model system that faithfully recapitulates the in vivo environment to reveal underlying molecular mechanisms. STUDY DESIGN: Our well-characterized Japanese macaque primate model of maternal HFD and obesity was utilized to examine expression of inflammatory cytokines and to generate enteroids from offspring intestinal tissue. In this model, dams are exposed to a maternal control (CTR, 14% fat) or high fat (HFD, 36% fat diet) through gestation and lactation. RNA from intestinal tissue from fetus (gestational day 130) and juveniles (3 years) was extracted. cDNA was generated prior to gene expression analysis by quantitative real time PCR (qPCR) for inflammatory cytokines. Furthermore, intestinal tissue was collected at the time of necropsy in offspring (one and three years of age). Intestinal crypts were isolated via chelation and cultured in specialized media high in WNT (wingless/integrated) combined with reagents to block differentiation factors to promote stem cell generation. RESULTS: We found that expression of TNF was significantly increased with exposure to a maternal high fat diet in the fetal ascending colon (p¼0.02, Fig. A) . However, this increase did not persist to postnatally (p¼0.4, Fig. B ). Additionally, we are able to isolate intestinal crypts and successfully generate enteroid cultures from juvenile macaques (Fig. C) . CONCLUSION: Our prior work has shown that maternal HFD exposure in early life is associated with persistent dysbiosis of the gut microbiome at one year of age in our primate model. We observe a gut inflammatory signal under conditions of maternal HFD feeding, which the effects of may persist even after post-weaning control diet feeding. The generation of enteroids provides a novel model system to exam host-microbiome interactions in an in vitro that will recapitulate an in vivo environment.
ajog.org
Poster Session I Supplement to JANUARY 2019 American Journal of Obstetrics & Gynecology S135
